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Takayasu arteritis (TA), a primary arteritis of unknown cause, commonly affects the aorta and its main branches. Most
patients with TA have stenotic or occlusive changes; aneurysmal degeneration is relatively rare, and renal artery aneurysms
are extremely rare. We observed a fusiform, 7-cm renal artery aneurysm in a 57-year-old man with TA who had been
followed up for 17 years. The patient underwent nephrectomy and resection of the aneurysm. Histologic examinations of
resected specimens of the lesion showed characteristics typical of TA. (J Vasc Surg 2006;44:1107-9.)Takayasu arteritis (TA), which was first described in
1908 by a Japanese ophthalmologist,1 is an uncommon
inflammatory arteritis that leads to occlusion or ectatic
changes in the aorta and its main branches. Most patients
are Asian, and the reported incidence in Japan (on the basis
of autopsy studies) is 1 case per 3000 people.2 The presence
of TAmay be suggested by clinical manifestations of aortitis
such as neck pain or a systemic inflammation of unknown
origin indicated by an increased C-reactive protein concen-
tration or erythrocyte sedimentation rate. The diagnosis is
usually based on the results of a magnetic resonance an-
giography, computed tomography, or digital subtraction
angiography examination. Several sets of criteria for the
definitive diagnosis of TA are used, including those of
Ishikawa,3 the American College of Rheumatology,4 and
Sharma et al.5
Most patients with TA have stenotic or occlusive arte-
rial changes. Aneurysmal degeneration is relatively rare,
occurring in perhaps 10% to 30% of cases6-8; the actual
frequency is unknown. When aneurysmal changes do de-
velop, the aorta is the vessel most often affected, although
degeneration of the arch branches of the aorta and the iliac
and visceral vessels has been reported.9 We here report a
large (7-cm) fusiform renal artery aneurysm (RAA) in a
patient with TA.
CASE REPORT
The patient initially presented with malaise when he was
33 years old. Because leukocytosis and elevation of C-reactive
protein and erythrocyte sedimentation rate values were ob-
served, periodic follow-up was performed. When the patient
was 40 years old, hypertension and headache developed, and
digital subtraction angiography showed irregular, dilated
bilateral subclavian arteries and thoracoabdominal aorta, a
dilated left renal artery, and partial infarction of the left
kidney. A diagnosis of TA was made, and treatment with
prednisolone (30mg/d) was begun immediately. Intermit-
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doi:10.1016/j.jvs.2006.07.016tent claudication of the left leg appeared when the patient
was 45 years old, and digital subtraction angiography
showed aneurysmal dilatation of the left external iliac ar-
tery. Conservative follow-up continued, and 2 years later,
the patient’s clinical symptoms had disappeared and com-
plete thrombotic occlusion of the aneurysm at the left
external iliac artery and development of collateral vessels
was observed. The dose of prednisolone was gradually
tapered in accordance with improvements in C-reactive
protein and erythrocyte sedimentation rate values. The
patient stopped taking prednisolone at the age of 51 years,
and neither changes in laboratory values nor symptom
developments occurred.
Subsequently, at the age of 57 years, the patient under-
went an abdominal ultrasonographic examination because
of an increase in serum alkaline phosphatase. The assess-
ment incidentally revealed a 7-cm fusiform aneurysm in the
left renal artery. Abdominal computed tomography imag-
ing (Fig 1) showed that the lesion extended from the origin
of the left renal artery to the hilum of the left kidney. It also
revealed a 4.2-cm dilatation of the suprarenal abdominal
aorta. No remarkable changes in the patient’s laboratory
values or symptoms were observed. The discovery of the
large RAA was incidental because until the increase in
alkaline phosphatase occurred, the results of the patient’s
blood tests had been within normal limits and he had no
symptoms; thus, a radiologic evaluation had not been con-
sidered necessary.
The patient underwent transabdominal exploratory
laparotomy through a median incision, a procedure cus-
tomarily used at our institution. The large aneurysm was
found to have pushed the left kidney toward the lower part
of the pelvis. Nephrectomy was considered necessary be-
cause the left kidney had atrophic changes and the aneu-
rysm affected the entire length of the left renal artery.
Because the RAA was very large and at high risk of rupture
with operative manipulation, resection of this lesion was
given precedence over resection of the left kidney. Thus,
the left renal vein was cut, and the RAA was resected. The
left kidney was then removed.
Histologic studies of the wall of the resected RAA
(Fig 2) showed severe fibrotic changes and marked infiltra-
tion of lymphocytes into the outer part of the media.
Degeneration had resulted in an almost complete absence
of the media, and the vasa vasorum showed intimal prolif-
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were compatible with the scar stage of TA.
The patient recovered uneventfully and was discharged
on the 13th postoperative day in good condition. The
patient’s long hospitalization was due to lack of a home
caregiver. A magnetic resonance angiography image ob-
tained before discharge showed a normal postoperative
appearance. Eight months after surgery, another magnetic
resonance angiography study showed no signs of recur-
rence of the aneurysm (Fig 3), and a clinical evaluation
Fig 1. Abdominal and three-dimensional computerized tomog-
raphy (CT) images. A, An abdominal CT scan shows a 7.0-cm
fusiform aneurysm in the left renal artery. B, A three-dimensional
CT scan shows that the aneurysm extends from the origin of the
left renal artery to the hilum of the left kidney. The suprarenal
abdominal aorta has a 4.2-cm dilatation.revealed no hypertension or other symptoms.DISCUSSION
RAAs are uncommon, occurring in only approximately
0.09% of the general population.10 Most cases are due to
degeneration of the renal artery caused by atherosclerosis,
fibromuscular dysplasia, inflammation with arteritis, a con-
genital defect, trauma, or iatrogenic complications after
kidney puncture.11 Intraparenchymal aneurysms of the kid-
ney are frequently caused by arteritis disorders such as
periarteritis nodosa.11 We found one previous report of an
RAA associated with TA.6 However, our case is apparently
the first in which a large RAA was found during follow-up
in a patient with TA, and definitive histologic characteristics
of TA were found in resected specimens of the aneurysm
wall.
Most RAAs are 1.7 to 2.6 cm when initially observed
and managed; lesions larger than 5.0 cm on initial observa-
tion are extremely rare.12,13 Surgical treatment is generally
performed only for RAAs larger than 2 cm. However, this
practice may not be optimal, because rupture of RAAs
smaller than 2.0 cm has been reported.13 Thus, the indica-
tions for surgical treatment remain controversial.
TA has two recognized stages. The first is characterized
by fever, myalgia, and anorexia in approximately two thirds
of patients. In the second stage, these symptoms may be
followed by multiple arterial occlusive symptoms, with the
specific manifestations dependent on disease location.14 In
patients given a definitive diagnosis of TA, prompt initia-
tion of steroid therapy should be considered to suppress
inflammatory development.
Aneurysmal changes are uncommon in TA. In review-
ing 16 reported series that included a total of 726 patients
with TA, Sharma et al8 found that aneurysmal formation
had occurred in 67 patients, an overall incidence of 9.2%.
Most patients with TA have a favorable prognosis because the
disease progresses slowly and because disease processes can be
inactivated if adequate treatment is provided. PatientswithTA
in whom aneurysms are discovered, however, should be con-
sidered to have a serious, life-threatening disorder.15 More-
over, long-term steroid therapy for TA may result in weaken-
ing of arterial walls and an increase in the risk of aneurysm
rupture. Hall et al16 reported the rupture of a thoracic
aortic aneurysm in a patient with TA that occurred 3 weeks
after steroid therapy was begun. Our patient did undergo
long-term steroid therapy, but we do not think that this was
responsible for his RAA because histologic studies of the
wall of the resected lesion showed typical TA characteris-
tics.
Even after surgical treatment, patients with TA require
periodic, long-term observation. For example, our patient
must be closely observed for formation of an aneurysm at
the stump of the left renal artery. A serious, unavoidable
complication that commonly develops over the long term
in patients with TA who undergo prosthetic graft interpo-
sition is anastomotic aneurysm at the interface between the
native vessel and prosthetic graft.17 Because TA weakens
the arterial wall, patients with the disease who have under-
gone aneurysm resection should always be considered at
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in need of careful observation and, perhaps, early additional
surgery.
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